Americans are under assault by a fierce epidemic of obesity, diabetes, and cardiovascular disease, of their own doing. Lowered death rates from heart disease and reduced rates of smoking are seriously threatened by the inexorable rise in overweight and obesity. Latest data indicate that 32% of children are overweight or obese, and fewer than 17% exercise sufficiently. Over 68% of adults are overweight, 35% are obese, nearly 40% fulfill criteria for the metabolic syndrome, 8-13% have diabetes, 34% have hypertension, 36% have prehypertension, 29% have prediabetes, 15% of the population with either diabetes, hypertension, or dyslipidemia are undiagnosed, 59% engage in no vigorous activity, and fewer than 5% of the US population qualifies for the American Heart Association (AHA) definition of ideal cardiovascular health. Health, nutrition, and exercise illiteracy is prevalent, while misinformation and unrealistic expectations are the norm. Half of American adults have at least one cardiovascular risk factor. Up to 65% do not have their conventional risk biomarkers under control. Of those patients with multiple risk factors, fewer than 10% have all of them adequately controlled. Even when patients are treated according to evidence-based protocols, about 70% of cardiac events remain unaddressed. Undertreatment is also common. Poor patient adherence, probably well below 50%, adds further difficulty in reducing cardiovascular risk. Available data indicate that only a modest fraction of the total cardiovascular risk burden in the population is actually now being eliminated. A fresh view of these issues, a change in current philosophy, leading to new and different, multimechanistic methods of prevention may be needed. Adherence to published guidelines will improve substantially outcomes in both primary and secondary prevention. Primordial prevention, which does not allow risk values to appear in a population, affords more complete protection than subsequent partial reversal of elevated risk factors or biomarkers. Current evidence supports recent calls for massive educational programs supporting primordial prevention, individual responsibility and pride in achieving population-wide ideal cardiovascular health through lifestyle modification. Environmental and social changes will be necessary, along with major supportive adjustments in the food industry and the assistance of the media. Cooperation is critical to the success of such an initiative. PMID: 21183531 [PubMed -in process] Risk Assessment GGT Association between serum gamma-glutamyltransferase activity and carotid intima-media thickness. Eroglu S, Sade LE, Polat E, Bozbas H, Ulus T, Muderrisoglu H. Department of Cardiology, Faculty of Medicine, Baskent University, Ankara, Turkey. serpileroglu@gmail.com. Abstract Serum gamma-glutamyltransferase (GGT) activity is a marker of oxidative stress and activity is associated with cardiovascular disease. Carotid intima-media thickness (IMT) is a noninvasive predictor of atherosclerosis. We investigated the association between serum GGT activity and carotid IMT. Fifty-five persons who had normal liver function tests were consecutively enrolled. Carotid IMT was evaluated in the right and left common carotid arteries. The averaged values of carotid IMT and serum GGT activity were compared. Serum GGT activity correlated with carotid IMT (r = .396, P = .003). Serum GGT activities were increased in patients with carotid intimal hyperplasia compared with those without intimal hyperplasia (20.3 ± 11.2 vs 34.3 ± 16.1 U/L; P = .001). Serum GGT activity is associated with carotid IMT. This finding supports the concept that elevated serum GGT activity is a marker of atherosclerosis
The Problem
Cardiovascular disease is the number one cause of death of both men and women in the US; very often the first symptom is sudden death; stroke is also a major cause of disability and death in the US; one stroke related death occurs every 3 minutes, and African Americans are twice as likely to have a heart attack or a stroke.
Hostility Increases Inflammation
New research shows that healthy people with high levels of anger, hostility or depression also have high blood levels of C-reactive protein, an indicator of inflammation of the arteries. More and more, heart experts are recognizing that this arterial inflammation is key to the cardiovascular disease process, and this latest study suggests reductions in anger might help reduce heart woes. "Anger seems to predict an increased risk of heart disease in initially healthy individuals, and several studies have shown that," said study author Edward Suarez, an associate professor of psychiatry and behavioral sciences at Duke University. However, until now, no one had studied links between anger and inflammation. "This is the first step to link the behavior to this [heart disease] mechanism -one that's garnering a lot of attention" among cardiologists, he said. The findings appear in the September issue of Psychosomatic Medicine.
In the study, Suarez tested C-reactive protein (CRP) blood levels in 121 healthy, nonsmoking men and women between 18 and 65 years of age. On the same day, he also measured each participant's level of anger, hostility and depression using a series of standard psychological tests. He found that -in the absence of heart disease risk factors such as smoking, obesity and high blood pressure -high levels of these negative emotional states "significantly predicted the blood level of CRP." Those who were prone to anger, hostility or depression had two to three times higher CRP levels than their more mellow peers, the researchers said. It's not yet clear why this association exists, but studies are under way to shed light on pathways by which anger or depression might encourage inflammation. In one study, Suarez plans to track patients for two years, to see if hotheaded individuals are any more likely to develop elevated CRP levels over time. Other studies are planned that focus on anger's effect on stress hormones such as noradrenaline and norepinephrine. The latter hormone, in particular, works on a second chemical, nuclear factor-kappa B, "as a kind of 'off/on' switch" for inflammation," Suarez said. "When that switch is turned on, it begins a cascade of events that leads to the promotion or release of inflammatory proteins."In the meantime, people concerned about their heart health might want to just "cool it" when tempers flare. "It's very important to pay attention to how we can change these behaviours," Suarez said. "I know it isn't easy, though." "It's difficult to change patterns of behaviour that are intrinsic to who we are as individuals, so it's not going to be an overnight thing," he added. "But we can start by saying, 'What gets me angry?' and 'If I get angry, do I start to feel depressed and withdrawn from my social network?' " Also, take a stress break. "If a walk around the park can calm you down, do it," Suarez said.
Anger can bring on a heart attack or stroke A hostile heart is a vulnerable heart By William J. Cromie Harvard News Office Think about this the next time someone cuts you off in traffic or in a grocery store line: Anger can bring on a heart attack or stroke.
That's the conclusion of several studies at Harvard Medical School and elsewhere. One study of 1,305 men with an average age of 62 revealed that the angriest men were three times more likely to develop heart disease than the most placid ones. Angry older men, as stereotypes go, are most vulnerable. But excessive ire can take a toll at any age. Researchers at Johns Hopkins School of Medicine tracked 1,055 medical students for 36 years. Compared with cooler heads, the hotheads were six times more likely to suffer heart attacks by age 55 and three times more likely to develop any form of heart or blood vessel disease.
The conclusion is clear: Anger is bad for you at any age. "Among young adults, it's a predictor of premature heart disease later in life," says Harvey Simon, an associate professor of medicine at Harvard Medical School. Most anger research has focused on men, so whether the same risk applies to women remains unknown. One study, published in 1995, found that, during two hours after an angry outburst, a individual's risk of having a heart attack was more than twice that of someone who had not lost their cool. Out of 1,623 people in that study, 501 were women. "Almost all the anger research I'm familiar with has focused on men," notes Simon. "However, based on a 2006 study of road rage, I would guess that women are less prone to severe anger and thus to its deleterious effects, which include heart attack, stroke, and even impaired lung function." A Harvard study, published in August, concluded that men who showed high hostility at the start of the eight-year investigation exhibited significantly poorer lung function at the end of it. "This research shows that hostility is associated with poorer [lung] function and more rapid rates of decline among older men," notes Rosalind Wright, an assistant professor at the Harvard School of Public Health.
Strokes of anger
Over the years, then, anger increases a man's and, probably less so, a woman's chances of heart disease. But, what about a single burst of rage, the guy who cuts in front of you just before the exit ramp? The answer apparently is "yes." In the Harvard study of 1,623 patients, which included 501 women, intensive anger more than doubled their risk of heart attack if the emotion occurred in the two hours previous to the heart attack.
In an evaluation of 200 stroke patients in Israel, researchers linked a bout of intense anger to a 14-fold increase in risk of stroke within two hours of the emotional incident. Results from a study published this year found that of more than 2,500 patients treated in emergency rooms in Missouri hospitals, about 500 of them were torn by anger just before the injury. The greater the anger, the higher the risk, researchers concluded. Anger comes in many doses: annoyance, irritability, frustration, vexation, resentment, animosity, ire, indignation, wrath, and rage, for example. Most people know when they're mad. If not, someone is bound to tell them so, sooner or later. Psychologists have developed a scale that rates anger levels. It's a true-or-false test that presents statements like: "At times I feel like smashing things." "I easily become impatient with people," "I've been so angry at times that I've hurt someone in a physical fight." Once you decide how irate you are, you need to decide what to do about it. For a start you can see your family doctor about the wisdom of taking an aspirin a day. Harvard researchers recently found that a single low-dose (81 mg) pill can reduce anger-caused heart attacks by 40 percent. In other words, a daily aspirin may cut the risk of breaking an angry heart by almost half. How to be cool Simon adds more advice in the September issue of Harvard Men's Health Watch, which he edits. "Try to identify the things that bother you most and do your best to change them," he suggests. "Learn to recognize warning signs of building tension, such as a racing pulse, fast breathing, or a jumpy, restless feeling. When you recognize such signals, take steps to relieve the tension. Often something as simple as a walk can cool things down." Don't boil in silence. Talk out your feelings with your spouse, partner, or a good friend. If that doesn't work, write down your feelings. Try to explain to yourself why you are so irritated or vexed. Simon also suggests learning to meditate, or experimenting with deep breathing exercises. Also, you can, with practice, change behaviors that light your fuse. Here are some examples: Don't always try to have the last word. Try not to raise your voice. Don't curse. Wait a few seconds when you feel on outburst coming on then try to express yourself calmly. Don't grimace or clench your teeth. Practice smiling. If all such efforts fail, angry people can seek professional help. A 2002 study reported that stress management classes can protect men from anger-induced heart problems, and individual counseling may be even better. Another possible resource involves evidence that some antidepressants may help protect against a broken heart. "Depression is hard on the heart," Simon says. "We think, although it hasn't been proven, that easing depression will ease anger as well." "Regular exercise," Simon adds, "is also an excellent way to reduce both mental stress and physical risk factors like blood pressure, cholesterol, blood sugar, insulin, and body fat. And whether your fuse is short or long, you should never light up or expose yourself to tobacco in any form. And always be aware that emotions affect your health as much as diet and exercise. The link between mind and heart is strong."
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Broken Heart Syndrome
Researchers have started scientifically looking at such cases and calling it the Broken Heart Syndrome. In health care terminology we call this condition stress Cardiomyopathy. Cardiomyopathy is heart muscle weakness. It can occur after various emotional and physical stressors such as fear, surprise, anger and the death of a loved one. Stress cardiomyopathy affects primarily women and occurs most frequently in middle aged women and women over age sixty. Many of the women that have been studied have no prior history of heart disease and the majority are postmenopausal. There is no known reason for the increase frequency in women in these age groups and postmenopausal women in particular. Physical stressors can fuel a stroke or seizure and as mentioned emotional stressors such as fear, grief and anger can cause this condition.
A woman who is emotionally dis-stressed can suddenly and unexpectedly experience a heavy feeling in the chest, shortness of breath, abnormal rhythm of the heart, low blood pressure, congestive heart failure and shock. It can be life threatening. She may appear sad, express feelings of sadness, lock of concentration and difficulty sleeping at night. The good news is there can also be a quick and complete recovery. Previous studies have shown that both short and long sleep durations are related to increased likelihood of diabetes and hypertension. However, the relation between sleep duration and cardiovascular disease (CVD) is not clear. We examined the hypothesis that compared with sleep duration of 7 hours, shorter and longer sleep durations are independently related to CVD. METHODS: We conducted a cross-sectional study of 30,397 National Health Interview Survey 2005 participants > or = 18 years of age (57.1% women). Sleep duration was categorized as < or = 5 hours, 6 hours, 7 hours, 8 hours, and > or = 9 hours. The main outcome of interest was the presence of any CVD (n = 2146), including myocardial infarction, angina, and stroke. RESULTS: We found both short and long sleep durations to be independently associated with CVD, independent of age, sex, race-ethnicity, smoking, alcohol intake, body mass index, physical activity, diabetes mellitus, hypertension, and depression. Compared with a sleep duration of 7 h (referent), the multivariate odds ratio (95% confidence interval) of CVD was 2.20 (1.78, 2.71), 1.33 (1.13, 1.57), 1.23 (1.06, 1.41), and 1.57 (1.31, 1.89) for sleep duration < or = 5 h, 6 h, 8 h, and > or = 9 h. This association persisted in subgroup analyses by gender, raceethnicity, and body mass index categories. Also, similar associations were observed when we examined myocardial infarction and stroke separately. CONCLUSION: Compared with sleep duration of 7 h, there was a positive association between both shorter and longer sleep durations and CVD in a representative sample of US adults. These results suggest that sleep duration may be an important marker of CVD.
Symptoms
Eat Whole Foods Quercetin
Quercetin is a naturally-occurring polar auxin transport inhibitor. [citation needed] Foods rich in quercetin include black and green tea (Camellia sinensis; 2000-2500 mg/kg), capers (1800 mg/kg), [13] lovage (1700 mg/kg), apples (44 mg/kg), onion, especially red onion (1910 mg/kg) (higher concentrations of quercetin occur in the outermost rings [14] ), red grapes, citrus fruit, tomato, broccoli and other leafy green vegetables, and a number of berries, including raspberry, bog whortleberry (158 mg/kg, fresh weight), lingonberry (cultivated 74 mg/kg, wild 146 mg/kg), cranberry (cultivated 83 mg/kg, wild 121 mg/kg), chokeberry (89 mg/kg), sweet rowan (85 mg/kg), rowanberry (63 mg/kg), sea buckthorn berry (62 mg/kg), crowberry (cultivated 53 mg/kg, wild 56 mg/kg), [15] and the fruit of the prickly pear cactus. A recent study found that organically grown tomatoes had 79% more quercetin than "conventionally grown". [16] A study [17] by the University of Queensland, Australia, has also indicated the presence of quercetin in varieties of honey, including honey derived from eucalyptus and tea tree flowers. [18] Protective effect of lycopene on serum cholesterol and blood pressure: Metaanalyses of intervention trials. investigating the effect of lycopene on blood lipids or blood pressure for a minimum duration of 2 weeks. We conducted meta-analyses using a random effect model of all studies fitting the inclusion criteria. Additionally, we conducted subgroup meta-analysis of serum lipid concentrations by lycopene dosage and subgroup meta-analysis by baseline blood pressure. RESULTS: Twelve studies (13 trial arms) meeting the inclusion criteria investigated the effect of lycopene on serum lipids, and four studies examined its effect on blood pressure. Meta-analysis on serum lipids revealed a significant cholesterol-lowering effect of lycopene for total serum cholesterol (mean change±SE: -7.55±6.15mg/dl; p=0.02) and low-density-lipoprotein (LDL) cholesterol (mean change±SE: -10.35±5.64mg/dl, p=0.0003) in the subgroup of trials using lycopene dosages of ≥25mg daily, whereas subgroup meta-analysis of trials using lower lycopene dosages was not significant. Meta-analysis of the effect of lycopene on systolic blood pressure of all trials suggested a significant blood pressure reducing effect (mean systolic blood pressure change±SE: -5.60±5.26mm Hg, p=0.04). CONCLUSIONS: Our meta-analysis suggests that lycopene taken in doses ≥25mg daily is effective in reducing LDL cholesterol by about 10% which is comparable to the effect of low doses of statins in patient with slightly elevated cholesterol levels. More research is needed to confirm suggested beneficial effects on total serum cholesterol and systolic blood pressure.
